Serology and bacterial and viral isolation produced no evidence of fetal or maternal infection with significant pathogens in any of the cases. Histological and gross lesions were confined to the liver, except in one foal where there was a mild multifocal non-suppurative myocarditis. No viral inclusions were seen in the heart. The gross appearance of each of the livers was a consistent intense green that exaggerated the demarcation of the hepatic lobular architecture.
(1).
Microscopic hepatic alterations were also consistent. The acinar architecture was completely effaced with disorganization of hepatocyte cords, multifocal hepatocellular necrosis without zonar distribution, and generalized vascular congestion. There was a mild increase in mononuclear inflammatory cells. All hepatocytes contained abundant granular green-gold pigment that stained histochemically positive for bile pigment. Bile canaliculi were difficult to identify. Most hepatocytes were present as large syncytial cells containing up to ten nuclei that tended to be centrally located ( Fig. 1) . These cells contained numerous, fine, clear to large round vacuoles. Irregularly present large round intranuclear inclusions with the tinctorial properties of cytoplasm were seen.
Transmission electron microscopy of hepatocytes confirmed the presence of hepatocyte syncytia, (Fig. 2 ) and the cytoplasmic nature of nuclear inclusions by the presence of rough profiles of endoplasmic reticulum and membranebound vacuoles ( Fig. 3 ). Nuclear chromatin was often pale and dispersed. Many varying sized round to oval membranebound vacuoles from 0.5-5.0 pm in diameter containing fine granular electron-dense material were present in syncytial cell cytoplasm. Other irregularly shaped clear membranebound vacuoles consistent with dilated smooth endoplasmic reticulum were seen. Relatively few bile canaliculi were noted around the periphery of the giant cells. Those present were dilated with shortened and less numerous microvilli ( Fig. 4) .
Giant cell hepatopathy of midterm equine fetuses is an uncommon, but distinct entity involving fusion of hepatocytes and loss of canalicular architecture; it is morphologically similar to syncytial cell hepatitis of the human neonate. Biliary stasis appears to result from derangement of bile canalicular architecture in both equine and human hepatopathies. Human neonatal hepatitis has been linked to the later development of biliary atresia and obliterative fibrotic le-sion~.~.~.' These lesions are not part of the equine hepatic response to fetal or neonatal injury. While the unique morphologic expression and the infrequent observation of this lesion may suggest etiologic specificity, serologic, virologic, and electron microscopic studies, as in man, failed to incriminate a common cause. Vet. Pathol. 25391-393 (1988) Generalized AA-Amyloidosis in Two Hares (Lepus europaeus) Immunohistochemically Identified Using Poly-and Monoclonal Antibodies 0. GEISEL AND R. P. LINKE Few cases of amyloidosis in hares have been de~cribed:~ seven cases in two female and four male adult hares out of 550 autopsied hares and in a separately received liver sample-(all animals were emaciated, one showed purulent metritis, and two had severe trichostrongylosis);' an incidental finding of amyloid in renal glomeruli and interstitium (liver and intestine were free of amyloid, although the animal had chronic enteritis due to coc~idiosis);~ and another case, in which Krause detected severe amyloidosis in the liver of an emaciated hare.5 In the latter two cases, no underlying lesion was detected. Investigations showed amyloid deposited mainly in the spleen, liver, kidneys, and adrenals, and, in one hare, in the intestine as well. We report here two further cases which we have immunohistochemically classified.
Case 1
A male adult hare, found dead, was emaciated and had firm congested liver, small white foci in kidneys, uremic gastritis, lung edema and emphysema, and hyperemia of the tracheal mucosa. There was also a chronic inflammatory focus of 0.5 cm in diameter in the tongue. Histological investigation showed that this focus was induced by a foreign body and showed thrombosis in a large adjacent vessel. Amyloid was mainly in kidneys, with large amounts in glomeruli and renal interstitium. Spleen and adrenals were not enlarged, but histologically, masses of amyloid were seen in the red pulp of the spleen and in the cortex of the adrenals. Foci of amyloid were seen in the liver (walls of veins, arteries, and bile ducts), submucosa of tongue, large bronchi, and walls of blood vessels of heart and skeletal muscle. No amyloid was found in testes and diaphragm. The cause of death was uremia due to massive obstruction of glomeruli by amyloid deposits.
Case 2
A male adult hare, found dead, had serous atrophy of fat, diffuse uremic gastroenteritis, hypertrophy of liver and spleen, and lung edema. Histological analysis revealed generalized amyloidosis. Aniyloid was in renal glomeruli and interstitium, interstitium of the liver, spleen reticulum, adrenal cortex, and walls of numerous blood vessels in different localizations. Strongylid eggs, masses of coccidia, and many trichurids were found on parasitological examination. Histologically, capillaria eggs were also detected in liver parenchyma with no inflammatory reactions of the tissue. Death was attributed to uremia due to renal insufficiency, a result of amyloid deposition in the glomeruli.
Immunohistochemical identification of amyloid deposits was done using indirect and unlabeled immunoperoxidase techniques described previo~sly.~,~ Polyclonal antibodies directed against amyloid A-protein (AA) of various mammals8 and monoclonal antibodies against human AA mc 1, mc 46 were used ( Fig. 1; Table 1 ). Since antibodies against hare amyloid are not yet available, immunohistochemical cross-
